several skeletal injuries while playing. It illustrates that pain is essential in preserving physical integrity. The destruction and dislocation of both hips is a rare finding in congenital insensitivity to pain and has only once been previously reported [2] .
Congenital insensitivity to pain is a rare neurological entity that was first described by Dearborn [3] . Its pathophysiology has not been established. It seems that patients have a life span close to normal although unnoticed visceral problems are a major concern. The incidence of skeletal and joint injuries decreases with age because as they mature patients become more aware of their limitations. In the differential diagnosis of the absence of perceived pain in children four other categories should be considered [4] : congenital sensory neuropathy, distal sensory neuropathy, familial dysautonomia (Riley-Day syndrome) and a group of miscellaneous disorders including syringomyelia, hysteria, mental deficiency and leprosy.
The first report of neuroarthropathy by Charcot [5] was described in tabes dorsalis (ataxic arthropathy). Charcot joints are very rare before closure of the epiphyseal plate but if present in children they are frequently caused by congenital insensitivity to pain [6] . Currently two theories are believed to play a significant part in the pathogenesis of Charcot arthropathy [7] . The first theory is neurotraumatic where joint destruction is the result of unrecognised (repetitive) trauma, the second is neurovascular referring to a sympathetic dysfunction (autosympathectomy) with joint dissolution from hyperaemia and bone resorption. In this case report where the joints are unable to sense pain, the former theory seems to be the obvious explanation for the Charcot joints of ankle and hips. The rapid deterioration of the more or less uninvolved right hip while in a protective spica however may also lend support to the neurovascular theory. 
